Dear Sir, In a recent issue of this journal, Van Liew et al. [1] demonstrated the absence of sodium retention in rats with nephrotic syndrome (serum sickness and Heyman nephritis). Their conclusions were based on the absence of ascites and the absence of a significant difference in absolute sodium excretion between the nephrotic animals and the controls, both placed in metabolic boxes and starved for 16 h. Such findings are in agreement with those of Allison et al. [2] , who also failed to find sodium retention in these animals. In contrast, in 1972 we observed in antiglomerular basement membrane glomerulonephritis [3] , and in 1978, Bernard et al. [4] found in Heyman nephritis an impaired sodium excretion in the glomerulonephritic animals when compared to controls. Such discrepancies in the published results can be explained by the different natriuretic stimuli: important saline expansion in the study of Bernard et al. [4] . As we recently demonstrated [5] in experimental antiglomerular basement membrane glomerulonephritis, an impairment in sodium excretion can be observed only with a sufficient natriuretic stimulus. In response to 2 types of volume expansion in the same animals, with however a similar amount of absolute sodium perfused in each, only the rapid volume expansion was sufficient to unmask the inability to excrete sodium in the nephritic rats ( fig. 1) . Therefore, the absence of a disturbance in sodium excretion in the nephrotic animals of Van Liew et al. [1] can be explained by an insufficient natriuretic stimulus. Moreover, as already shown, the glomerulonephritic rats present hypertension [2, 3, 5] and are probably hypervolemic [6] . Therefore, in the absence of a sodium or volume challenge, their baseline sodium excretion is comparable if not greater to the control rats. We wonder what was the sodium intake and the blood pressure level of the animals in the above mentioned study [1] . Finally, Van Liew et al. [1] support in their paper the hypothesis that sodium retention in glomerulonephritis might be due to some intrarenal mechanisms. We wish to remind your readers that we had already demonstrated in 1972 that the inability of glomerulonephritic rats to excrete a sodium load was due to such intrarenal mecha-¤N SIGN 18 16 I 14 u X is6 z o ¢ï 4 €⅜ 2 (Λ cr ώ lü < n 0 SVE period RVE period I it SVE period RVE period Fig. 1 . Comparison of absolute and fractional excretion of sodium during slow volume expansion (SVE) and rapid volume expansion (RVE). Rats received a similar amount of sodium (598 µmol) during each period, but different rates and volumes of perfusions. *p < 0.001; glomerulonephritic (GN) animals compared to normal ones (N) within the same period. Values are given as means ± SEM. 154 Chachati/Godon nisms [3] which was identified as being the disappearance of a natriuretic factor [7] of renal origin [8, 9] ; its administration to the glomerulonephritic kidney restored the ability to excrete a saline load [10, 11] . This renal natriuretic factor was also absent in human glomerulonephri-tis with or without nephrotic syndrome [12] . We think that such a mechanism should certainly be considered as an explanation for the sodium disturbance observed in other models of experimental glomerulonephritis at a time when an increasing number of publications is confirming the importance of such intrarenal mechanisms.
